ctively, and plasma ADH (by RIA) 0-lpg/ml. Plasma Renin activity and aldosterone values were within normal limits (1.1 to 2.2/ ng/ml/hr and 5.3 to 17.4ng/dl respectively). In one deprivation test,P.O. was 310mOsm/L H20,and U.O. 159mOsrn/L H20,while ADH was 0 pg/ml. However in a fainting spell which occurcd during a water deprivation test and was associated with severc,momentary drop of blood pressure, plasma ADH rose to 9pg/ml. The findings are suggestive of a dichotomy in the impairement of ADH secretion, analogous to the one reported in hypothalamic hypernatremiahypodipsia syndrome; Namely normal ADH secretion through baroreceptors but impaired secretion through osmoreceptors. It is likely that in Wolfram syndrometransmissionof the stimulus through osmoreceptors rather than deficient synthesis of ADH is at fault.
